Introduction
Chronic active hepatitis (CAH) is a disorder characterized by continuing hepatic necrosis, active inflammation and fibrosis, which may lead to, or be accompanied by, liver failure, cirrhosis and death.' Many agents may initiate chronic active hepatitis, including the virus of hepatitis B, hepatitis C and hepatitis D, and the non-A non-B hepatitis virus. Many CAH patients have an autoimmune hepatitis which often is associated with other immune disorders such as thyroiditis, ulcerative colitis, Coombs' positive haemolytic anaemia, and Sjogren's syndrome.
The clinical spectrum of CAH extends from asymptomatic illness to fatal hepatic failure. Recurrent jaundice, malaise, anorexia and lowgrade fever are common throughout the course of the illness, but in some patients extrahepatic features dominate and liver disease is entirely unsuspected. Extrahepatic presenting features may include arthralgia, arthritis, urticaria, rash, pleurisy and pericarditis.23 Abdominal lymphadenopathy accompanying CAH has been described rarely. 45 We present a patient with CAH in whom retroperitoneal lymphadenopathy was discovered on the initial imaging evaluation. Abdominal ultrasound scan demonstrated normal liver parenchyma and retroperitoneal lymphadenopathy. A computed tomographic (CT) scan of the abdomen showed mild hepatomegaly, normal liver parenchyma and enlarged lymph nodes involving the retroperitoneal, paraaortic and interaortocaval chains (Figure 1) . A gallium scan and chest X-ray were normal. An upper gastrointestinal barium study was normal. A bone marrow biopsy was normal. A liver needle biopsy showed lymphoplasmacytic infiltration of the portal spaces with areas of piecemeal necrosis, erosion ofthe limiting plate, and early fibrosis of the portal tract, diagnostic of chronic active hepatitis (Figure 2) .
The patient was started on prednisone, 30 mg/ day with improvement of his symptoms and of the liver function tests, and reduction in the size of the abdominal lymph nodes as demonstrated by CT scan (Figure 3) . He continues to do well on prednisone, 1O mg/day. 
Discussion
The presence of abdominal lymphadenopathy in association with chronic active hepatitis is rare. Most commonly, abdominal lymphadenopathy is caused by lymphoma and metastatic disease. Benign causes have been reported in up to 6% of patients 6 Forsberg et at.4 have reported adenopathy in the hepatoduodenal ligament detected by ultrasonography in patients with diffuse, chronic immune liver diseases (such as primary biliary cirrhosis, sclerosing cholangitis and hepatitis B surface antigen positive, and autoimmune CAH). Gore et a!. have also reported retroperitoneal adenopathy detected by abdominal CT scan in patients with CAHs In our patient other causes of lymphadenopathy such as infections or malignancy were ruled out by serological tests, liver and bone marrow biopsies, and by ultrasound and CT scanning of the abdomen, which demonstrated no pathological process except lymphadenopathy.
The lymphadenopathy in CAH is presumably due to reactive hyperplasia combined with direct spread of the hepatic inflammatory process to the retroperitoneal lymph nodes which drain the liver.4'5 Our patient had significant clinical and laboratory improvement on steroid therapy.
Patients with pathological liver function tests are often examined with ultrasound or CT scan as a first step in establishing a diagnosis. Fatty liver or cirrhosis can usually be detected,7'8 while the diagnosis of CAH is often difficult or impossible based on examination of the liver alone. The detection of abdominal lymphadenopathy in the same patient could make the diagnosis more feasible.
The features of the lymph nodes on ultrasound or CT scan such as size, number and distribution are important in the evaluation of abdominal lymphadenopathy. Subramanyam et al.9 reported abdominal lymphadenopathy in intravenous drug addicts as a result of reactive hyperplasia, various infections, and neoplasms. In these patients small nodes (<1.5 cm) located in the porta hepatis, coeliac axis and peripancreatic regions are usually due to reactive hyperplasia, while large nodes (>1.5 cm) located in the mid or lower retroperitoneum below the coeliac axis or within the mesentery should be considered as due to a pathological process other than benign hyperplasia.9
In conclusion CAH should be included in the 
